A chronic dilatation of the duodenum is sometimes found in patients suffering from diseases of the stomach, gall-bladder or pancreas. In such cases the gut wall is thinner than normal. Such a condition must be differentiated from that of megaduodenum, in which with a dilatation the muscle wall of the duodenum is hypertrophied; a condition similar to megacolon.
Pathological report of case.
The body from which this specimen was obtained was that of a still-born malc infant which weighed 7 lb. It had a slightly distended abdomen. On opening the abdominal cavity several loops of greatly dilated intestine presented themselves. Those loops from the upper abdomen proved to be dilated duodenum ( Fig. 1) , and those from the lower abdomen were dilated parts of the ileum. The duodenal dilatation was crossed by the superior mesenteric vessels, but these produced no narrowing, although the appearance of the photograph would suggest a constriction at the site of the crossing. The pyloric canal was dilated, and there was no sphincter separating pyloric stomach from duodenum. The cardiac part of stomach was normal. The duodenal-jejunal flexure was normal in its position and appearance, and there was nothing in the nature of a mesenteric band or other form of constriction such as inflammatory adhesions or enlarged mesenteric glands, as suggested by Downes, to cause the condition. The liver and gall-bladder presented no unusual appearances. The common bile duct was distended with bile and was constricted at the duodenal opening. The jejunum throughout its whole length was definitely normal in respect of size, form and structure. Three areas of ileum, however, presented dilatations similar to the dilatation of the duodenum. These dilated parts were connected together by short lengths of fibrous cord-like bands, which lay along the free edge of the mesentery, in the position usually occupied by the gut (Fig. 2) . At one point in the fibrous cord there was a short length of normal gut. The large gut was normal in all its appearances and at the stage of development normally found in new-born infants. There was little or no meconium in the large gut, and there was no content in any of the ileal cvst-like dilatations. As the specimen was examined within twenty hours of death it is certain that there had not been any absorption of fluid content.
The microscopic examination of one of the connecting bands showed it to consist entirely of fibrous tissue, in which there was no trace, as shown by differential staining, either of glandular or muscular tissue to suggest intestine. The fibrous character of the cord was so complete that it is difficult to say whether it represents a primary condition with a total absence of muscle and epithelium differentiation, or whether it is a secondary change with a degeneration of muscle and epithelium.
The dilated portion of the ileum, on microscopic examination (Fig. 4) in the normal gut, but were separated from one another by a well developed layer of fibrous connective tissue. The mucosa was poorly developed and formed a thin layer around the inner surface of the muscular tube. Peyer's lymphatic patches were arranged in thin elongated diffused areas. The microscopic characters of the duodenum (Fig. 5) showed a similar hypertrophy, again particularly of the longitudinal wall, and an attenuated layer of mucosa. The two muscle layers, as in the ileum, were separated from one another by a thick layer of connective tissue) and the submucosa consisted of a wide band of strong fibrous tissue, exceeding in thickness that of the circular muscle layer, and in it there was no indication of any cedematous changes. The blood vessels of the sub-mucosa of the dilated duodenum and ileum were greatly enlarged. Careful examination of the sections was-made for the myenteric plexus but mere traces only of it could be found. It is more difficult to find an explanation for the dilated portions of the gut. These may be primary unconditioned hypertrophies, or they may be secondary conditions caused by an attempt of the gut to overcome the obstruction of the atresia. The dilatation and hypertrophy of the duodenum would suggest that the condition is a primary one, as no obstruction was present at the duodeno-jejunal junction, and the jejunum was normal from r group.bmj.com on October 22, 2017 -Published by http://adc.bmj.com/ Downloaded from that point to the position of the first fibrous area. Another point in support of this view is that the cardiac area of the stomach was normal in development, yet the pyloric canal was dilated, and there was no evidence of a pyloric sphincter. The probability of an incoordination between the sympathetic and parasympathetic nerve supply might be considered as the causative factor, as suggested for the causation of megacolon6. Dilatation of the colon can be produced experimentally by section of the sympathetic nerves of the gut7, but no evidence has been brought forward that hypertrophy, which is the essential part of the change, can be produced by this means. 
